and 7 years respectively6. On the rare occasions when very young children develop sinusitis, the disease tends to be mild; but serious complications can arise7-9 because of the close proximity of cranial structures. The orbit is the structure most commonly involved, with cellulitis; intracranial complications include meningeal irritation, meningitis and abscess.
Once sinusitis has been diagnosed it must be aggressively treated with antibiotics7-10 directed against the most likely causal organisms. Acute and chronic sinusitis in children seem to be caused by different organisms, the pathogens causing acute sinusitis being similar in type to those causing acute otitis media6. A ten-day course of antibiotics is suitable to treat acute sinusitis6'7 but insufficient for chronic sinusitis, which takes three to four weeks to clear. Those cases unresponsive to medical therapy may require surgical intervention to correct any structural abnormalities predisposing to the sinusitis.
With such potential complications, as well as the severe pain, medical practitioners should be on guard at all times to detect occult sinusitis in patients with atypical headache. Phenothiazines are used widely in the treatment of mania, anxiety and psychomotor agitation. Their side-effects include anticholinergic and extrapyramidal effects and at high doses they can cause prolonged cardiac repolarization and cardiac arrhythmias. Torsades de pointe is defined as polymorphic ventricular tachycardia occurring in the setting of prolonged cardiac repolarization1. Here we report on two women taking low doses of thioridazine, a commonly used phenothiazine, who developed torsades de pointe after acute diarrhoea with electrolyte imbalance.
CASE HISTORIES Case I
A 55-year-old woman was admitted after collapsing. She had a history of educational difficulties and had been institutionalized from an early age. She was being treated with amitriptyline 150mg at night and thioridazine 50mg daily. There was no other medical history of note. Two weeks before admission she developed diarrhoea which had been treated with loperamide. Her medication was always administered by a care assistant and there was no possibility of overdose or attempted self-poisoning. On the day of admission she had a pulseless collapse and recovered after bystander cardiopulmonary resuscitation. On arrival at hospital a short burst of self-terminating non-sustained polymorphic ventricular tachycardia was witnessed on the cardiac monitor ( Figure 1 (Figure 2 ). She was treated with intravenous potassium (60mmol in 500mL over 4 hours) and magnesium (8 mmol over 15 minutes followed by 70mmol over the next 24 hours). She had three further episodes of torsades de pointe associated with haemodynamic collapse requiring direct current cardioversion. A temporary pacing wire was inserted via the right internal jugular vein to the right ventricular apex and she was paced at 90 beats per minute. There were no further episodes of arrhythmia. Other routine blood results were satisfactory and serial cardiac enzymes were normal. Psychiatric medication was withheld during this period. The QTc interval fell to 454 ms on the day after admission and at this time serum electrolytes had returned to normal. Ventricular pacing was continued for 24 h and cardiac monitoring for 48 hours with no further arrhythmic events. Subsequent echocardiogram was normal. She was discharged 5 days later with normal electrolytes and a normal electrocardiogram (ECG). She was kept on tricyclic antidepressants but thioridazine was discontinued. Two months later, at routine follow-up, she was free of clinical arrhythmic events and QT interval was normal.
Case 2
A woman age 40 with a history of bipolar depressive disorder was admitted with a 7-day history of diarrhoea and episodes of presyncope. The subject of domestic violence, she had been started on thioridazine (50mg daily) about 6 months before admission. She was found to have hypokalaemia (2.6 mmol/L) and hypomagnesaemia (0.45 mmol/L) with clinical and biochemical evidence of Figure 2 Electrocardiogram, case 1. Long QT interval with prominent u-wave dehydration (urea 10.6 mmol/ L). Corrected serum calcium was normal (2.40 mmol/L). She had a presyncopal episode while on the ward, during which a 12-lead electrocardiogram demonstrated a short burst of polymorphic ventricular tachycardia. This was followed by a longer episode resulting in syncope requiring direct current cardioversion. The patient denied self-poisoning and had none of the other features of phenothiazine overdose. ECG during sinus rhythm demonstrated a prolonged QTc (510ms). She was treated with intravenous potassium and magnesium with some stabilization of her rhythm. However, after further episodes of torsades de pointe associated with hypotension a temporary pacing wire was inserted. Ventricular pacing at 90 beats per minute was continued for the next 24 hours. Serum biochemical results quickly became normal and her diarrhoea settled. Stool sample grew no pathogens and the diarrhoea was assumed to be of viral origin. Two days after admission ECG was normal. Cardiac enzymes were normal and echocardiography revealed a structurally normal heart. Her recovery thereafter was uneventful and she was discharged 5 days later. Two months after discharge the QTc was normal and there had been no further arrhythmic events.
COMMENT
These two cases provide several important lessons. Both patients were on long-term treatment with low doses of thioridazine; both had acute onset of gastroenteritis; and both had a life-threatening arrhythmia. The drugs had been taken for at least 6 months without adverse event. The precipitating factor therefore seems to have been onset of diarrhoea with electrolyte disturbance. Neither patient gave a history of previous cardiac disease, both had structurally normal hearts on echocardiogram, both had normal ECGs 2 months after presentation and neither had evidence of myocardial ischaemia. The incidence of cardiac arrhythmias in patients taking phenothiazines is reported to be low although pre-existing heart disease, bundle branch block on resting ECG, concomitant treatment with tricyclic antidepressants and electrolyte imbalance are known to increase the risk2-5. Cases of sudden death have been reported in association with phenothiazine administration, mainly in doses greater than 200mg daily5-7. However, in the two patients reported here the combination of low-dose thioridazine and mild electrolyte disturbance lengthened the QT interval and caused torsades de pointe. In case 1, the concomitant use of tricyclic antidepressants may have contributed to the arrhythmia. 
CASE HISTORY
A 30-year-old man with chronic schizophrenia had a haemoglobin of 2.5 g/dL but no obvious bleeding or melaena. There was a history of anaemia requiring transfusion, at which time a chronic gastric ulcer had been diagnosed endoscopically and treated conservatively. He was resuscitated and transfused and oesophagogastroduodenoscopy revealed mild gastritis only. On colonoscopy nothing abnormal was seen. His haemoglobin began to fall and a selective mesenteric arteriogram revealed a grossly dilated superior mesenteric artery with a profuse distal arterial tree and early venous filling (Figure 1) . The catheter was left in situ in what was judged the likely feeding vessel. At laparotomy, a diffuse vascular malformation was found extending along the whole length of the small bowel, though the colon was normal. Distended lymphatics were visible adjacent to congested vasculature and telangiectases were present on the surface of the liver. The mesentery contained multiple venous lakes and chyloceles and a strong thrill was palpable in one area. This area of mesentery along with its associated small bowel, which showed the most profuse vascular markings, was resected and a primary bowel anastomosis was performed. The vascular congestion of the remaining small bowel diminished noticeably after the resection. Recovery was uneventful and one month after surgery the patient had no further evidence of bleeding with a haemoglobin of 13.5 g/dL. The histological report was diffuse arteriovenous malformation of the small bowel. 
